A patient with a spontaneously thrombosed arteriovenous malformation (AVM) presented with epilepsy. The CT and MRI appearances were of an intrinsic cerebral neoplasm with extensive surrounding vasogenic cerebral oedema and a mass effect. Histopathology confirmed a large thrombosed AVM. The natural history of AVMs and spontaneous thrombosis are reviewed. (3 Neurol Neurosurg Psychiatry 1994;57:1410-1412 Arteriovenous malformations (AVMs) are well known for their serious manifestations of haemorrhage, epilepsy, and progressive neurological deficits. Spontaneous thrombosis of AVMs is a rare but recognised event in the natural history of these lesions,' which typically occurs silently and is considered an excellent outcome protecting the patient from more serious events. We describe the spontaneous thrombosis of an AVM that probably resulted in the lesion becoming symptomatic with epilepsy. The uncharacteristic radiological appearance of a mass effect and extensive surrounding vasogenic oedema did not suggest the correct diagnosis and hence angiography was not considered. 
history presented with a nine month history of typical complex partial epilepsy. He described seizures of about five minutes duration, stereotyped in nature, beginning with increased salivation, followed by a metallic taste, a strong pungent smell, and lastly a period of lack of awareness. Three to four episodes occurred each month, with some reduction in frequency with therapeutic levels of carbamazepine. Neurological and general physical examinations were normal.
Investigations
Routine haematology, biochemistry, and chest radiograph were normal. An ECG showed persistent left frontotemporal abnormalities consistent with a focus in this region. On the non-contrast CT head scan there was an ill defined area of low attenuation in the left temporal lobe, extending superiorly and posteriorly into the inferior parietal lobe with some effacement of cortical sulci over the left hemisphere and slight compression of the left lateral ventricle. A contrast study showed a small area of enhancement in the temporal lobe portion of the lesion.
An MRI study confirmed the mass effect with enlargement of the left temporal lobe, effacement of the cortical sulci, and upward displacement of the sylvian fissure. There was extensive oedema of the white matter of the left temporal and lower parietal lobes. A central area of low signal was thought to represent the lesion's centre (fig 1) . There were no flow void phenomena and no abnormal vessels. The radiological appearances were of an intrinsic cerebral neoplasm, most likely of glial type. Signal void due to high flow through the nidus, feeding arteries, and draining veins which is the typical finding of AVMs on MRI was absent in this case. A mass effect on MRI and CT is not characteristic of AVMs." The extensive area and increased signal within the associated temporoparietal lobe white matter on the T2 weighted MRI sequence is suggestive of extensive vasogenic oedema"2 and is supported by the histopathology findings. The reason for the occurrence of this is not clear. There was no suggestion of underlying neoplasm in association with this AVM.
Management
The phenomenon of normal perfusion breakthrough after the surgical resection of large AVMs occurs as blood is suddenly shunted through neighbouring channels that had previously been under perfused because of the steal effect of the AVM.'3 14 A local disturbance of the blood-brain barrier leads to cerebral swelling from vasogenic oedema or haemorrhage. The redistribution of blood flow that followed the spontaneous thrombosis of this AVM may have had a similar effect suggesting this phenomenon as a possible mechanism for the formation of the vasogenic oedema. Many thrombosed vessels were recanalising with new vascular endothelium, which does not possess the "tight" junctions of vascular endothelium typical of cerebral blood vessels and forming the blood brain barrier. Leaking of fluid from these new vessels may also contribute to the vasogenic oedema.
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